Despite the declining coronary heart disease (CHD) mortality rate, CHD remains a major cause of premature death. The present study connect the relationship between SOD (antioxidant enzyme), Lipid profile, Angina and Myocardial Infarction. To achieve this, collected 105 of patient with Angina and MI aged between (38-82) years, then measurement of superoxide dismutase (SOD) activity in sera of patients with Angina and MI. The results indicated moderated significant decreases of SOD levels (p<0.05) in patient when compared with the control group. The degree inhibition of SOD enzyme with various concentration of cyanide, Hydrogen peroxide and diethyl dithiocarbamate, the results recorded that decrease more than 50% of SOD activity at 30 mM of cyanide ion, is measured, and achieve 50% of inhibition at 40 mM of both H2O2 and DDC, this indicated that SOD enzyme more sensitive to the cyanide ion, measurement of lipid profile in sera of patients with Angina and MI. It was indicated highly significant increases of cholesterol and LDL-c levels (p<0.001), and moderated significant increases of triglycerides (p<0.05) whereas no significant decrease in HDL-c levels when compared with the control group.
Introduction
Reactive oxygen species: While oxygen is an essential molecule for aerobic metabolism, it also has adverse properties that induce cell damage and cell toxicity. Through redox reactions, oxygen and nitrogen atoms are candidates for the production of free radical species during electron transfer in living systems. ROS play an essential physiological role in maintaining cardiac and vascular integrity and a pathophysiological role in cardiovascular dysfunction associated with conditions such as hypertension, diabetes, atherosclerosis, and ischemic heart disease [1] . Clinical studies have demonstrated that essential hypertensive patients produce excessive amounts of ROS and have decreased antioxidant capacity. Under normal circumstances, cells are able to defend themselves against ROS damage (Fig.(1) 
Inhibition by H2O2:
Different concentrations of H2O2 (10, 20, 30, 50, 100 mM) was added in the reaction mixture in the presence of 50 µL of serum and complete the procedure as shown in the assaying of SOD.
Inhibition by Diethyldithiocarbimate:
Different concentrations of DDC (10, 20, 30,40,50 mM) was added in the reaction mixture in the presence of 50 µL of serum and complete the procedure as shown in assaying SOD activity . 
Results and Discussion
It is of particular interest to explore the possible associations among antioxidant enzyme (SOD), the lipid profile and the risk of Cardiovascular disease in HD patients. In this study the results obtained for controls and patients are shown in Table ( 1) : serum lipid profile and SOD levels indicated highly significant increases of cholesterol and LDL-c levels (p<0.001), and moderated significant increases of triglycerides and decreases of SOD levels (p<0.05) whereas no significant decrease in HDL-c levels when compared with the control group. Table ( Decreases of SOD may be due to excessive production and / or inadequate removal of ROS, especially superoxide anion which have been implicated in the pathogenesis of many cardiovascular diseases, including hypercholesterolemia, atherosclerosis, hypertension and may be due to progressive enzyme inactivation by its product H2O2. Free radical-scavenging enzymes such as SOD and CAT are the first line of cellular defense against oxidative injury, decomposing O2• and H2O2 before interacting to form the more reactive hydroxyl radical (SOH). These enzymes protect the red cells against O2• and H2O2-mediated lipid peroxidation [10] .
The inhibition of SOD enzyme by cyanide ion was measured. Fig.(2) . Cyanide ion is known as an inhibitor of SOD activity SOD was very sensitive to cyanide ion which was reported to inhibit CuZn-SOD completely by binding to the inner co-ordination sphere of the copper. It was observed that when the cyanide was present in the reaction mixture at concentration of (5,10, 20,30,50 mM), the color of the reaction mixture converted from colorless to a purple after incubation of the cyanide with the reaction mixture, for at least 30 minutes before the addition of the riboflavin and the presence of the lights which suppose to initiate the colored reaction. This change in the color that occurred, even though the exogenous initiator is absent, may be due to the reaction of the rest of the reaction mixture components with the serum during the preincubation period [12] . Inhibition of SOD enzyme by H2O2 was measured caused inhibition to CuZn-SOD and this has been attributed to the "peroxidase activity" according to this equations [13] :
This peroxidase activity results in the generation of a highly potent, "site-specific" hydroxyl radical-like species that inhibition the enzyme by oxidative attack on a histidine residue (His-61) at the active site [13] . It achieve 50% of inhibition at 40 mM and that mean thecyanide is more sensitive to inhibit the CuZn-SOD in our study. Fig.(3) . Inhibition of SOD enzyme by DDC was measured causing inhibition to the Cu-Zn SOD both in vitro and in vivo. It acts by liganding and removing the copper ions from the enzyme thus inhibiting the Cu-Zn SOD activity by more than 50% in the 40mM [14] as it had seen in Fig.(4) . 
Measurement of lipid profile:
The major plasma lipids of interest are total cholesterol and the triglycerides. When one or more of these major classes of plasma lipids is elevated, a condition referred to as hyperlipidemia exists. The major exceptions are individuals with excessive amounts of LDL whose plasma cholesterol is kept within normal limits by a concomitant decrease in HDL. Hyperlipidemia may be associated with the development of atherosclerosis and its complications, including angina and myocardial infarctions. Many theories have been discussed the change in lipid profiles after Angina and MI. One study has shown that acute myocardial infarction causes an observed decrease of plasma cholesterol levels early after it, therefore, there will be a parallel increase of LDL receptor activity and thus cholesterol catabolism increased [15] . Another aspect shows that cytokines act on the systemic targets, including the liver, to generate changes in the concentration of various heterogeneous plasma proteins including lipoproteins. At this early stage of MI, there is a significant decrease in the serum concentrations of apoprotein A-I and apoprotein B (lipoprotein B-100 which binds to LDL receptors and acts as an atherogenic protein and apoprotein A which resembles plasminogen and competes with the latter for binding to fibrinogen), reflecting the maximum decrease in the serum cholesterol level by this time [16] . Conclusion:-We reach to the relationship between Angina and MI & lipid profiles We have a more decrease in SOD activity in patient when comparing the results with control. In this study we find that Cyanide ion is more potent than H2O2 and DDC. 
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